The patient was given intravenous anti-emetics, multi-vitamin preparations, parenteral feeding and sedation. Her neurological features remained unchanged and the vomiting persisted. At 21 weeks' gestation, the nausea and vomiting improved suddenly and the presence of intra-uterine death was confirmed by a repeat ultrasound scan. In the absence of spontaneous contractions, abortion was induced 4 days later by means of extra-amniotic prostaglandin E2. The fetus and placenta were macroscopically normal.
Thereafter the patient suffered no further vomiting and her neurological and psychological symptoms gradually improved. At 4 months after the onset of hyperemesis gravidarum she was symptom-free and her only signs were of mild upbeat nystagmus and mild truncal ataxia. Her liver function tests returned to normal. She developed a folate deficient megaloblastic anaemia during convalescence which responded to folate supplementation.
Discussion
Wernicke's encephalopathy is unusual among noninfective neurological disease in that it is both preventable and largely reversible when recognised and treated early (Victor, Adams and Collins, 1971) . It is therefore important to anticipate the development of the encephalopathy and to be prepared to treat prophylactically patients who are at risk. Wernicke's encephalopathy may present as an acute or subacute illness with a variety of clinical manifestations; the classical 'Wernicke's triad' of impaired consciousness, ophthalmoplegia and ataxia is neither constant nor frequent (Victor et aL, 1971 ). Wernicke's encephalopathy is probably underdiagnosed; in Harper's large series of necropsies in Perth Australia, Wernicke's encephalopathy was found in 17% of all neuro-pathological necropsies and of these 51 patients, only 7 had been diagnosed during life (Harper, 1979) . Although most cases of Wernicke's encephalopathy seen in the Western world today are related to chronic alcoholism, it is vital that physicians recognize other causes of this condition. Wernicke's index case developed the encephalopathy as a result of pyloric stenosis following sulphuric acid ingestion (Wernicke, 1881) and since that time many other non-alcoholic conditions associated with the development of the encephalopathy have been recognized, including severe malnutrition, prolonged vomiting from any cause, thyrotoxicosis and chronic haemodialysis (Dreyfus, 1979 ). Wernicke's encephalopathy in a patient with hyperemesis gravidarum was first reported by Sheehan in 1939 but there have been few subsequent reports of this association (Campbell and Biggart, 1939; Ebels, 1978) .
Our patient, an obese and non-alcoholic woman, suffered severe and refractory hyperemesis gravidarum resulting in gross weight loss, mild hepatic failure and a folate deficient megaloblastic anaemia. After treatment with intravenous dextrose and insulin she developed acutely the neurological and psychological features of the Wernicke-Korsakoff syndrome, with ataxia, vertical nystagmus and a short-term memory deficit. The combination of thiamine deficiency and calorie load is known to be particularly dangerous and may precipitate an acute encephalopathy, occasionally leading to coma, hypothiaminaemic circulatory collapse and sudden death (Victor et al., 1971; Waflis, Willoughby and Baker, 1978) . Thiamine supplementation prevented further neurological deterioration but her improvement was minimal until intra-uterine fetal death occurred, resulting in cessation of the hyperemesis. Blass and Gibson (1977) have demonstrated an inherent abnormality of thiamine-dependent enzyme systems in patients with Wernicke's encephalopathy. This may help to explain the relatively small number of alcoholic and vitamin-depleted patients who develop the encephalopathy and also the particular susceptibility to the encephalopathy of some patients, such as the one we report, in the presence of a thiaminedeficient diet.
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